The so-caUed infantile strabismus syndrome consists, among other signs, of (1) strabismus, (2) a defect of pursuit and optokinetic tracking with particular invol vement of temporally directed responses on monocular viewing, (3) latent nystagmus and (4) adduction preference of the fixating eye. The following causal relationship between these three phenomena is suggested.
reaction that allows dampening of the nystagmus in adduction at the expense of an increase in abduction. The basic idea of this hypothesis is still valid.
However, we now formulate the hypothesis with a slight modification, suggesting that only one of the two control mechanisms normally contributing to smooth pursuit remains poorly developed, namely the control of slip across the retina, whereas the control of position with respect to the fovea is intact.
We further suggest that both asymmetry of the smooth tracking responses and LN are due to a maldevelopment of slip control. 
Neurophysiological Evidence
On the basis of microelectrode recordings in cat and monkey it has been suggested that the asymmetry in the optokinetic and pursuit systems is due to a maldevelopment of the cortical projection to the NOT -DTN ( 
Electrophysiological Evidence
The hypothesis demonstrated in 
GAZE-EVOKED COMPONENT OF THE NYSTAGMUS AND COMPENSATORY HEAD TURN
In many patients with infantile strabismus the nystagmus increases when the fixating eye is abducted and decreases when it is adducted (Alex 
